longed depolarizing current injection is characterized by an initial burst of two or three APs followed by a These neurons have round or oval cell bodies, which . Simultaneous whole-cell recordings from pairs of con-PPR did not change significantly (from 1.19 Ϯ 0.08 to 1.34 Ϯ 0.14, p Ͼ 0.05, n ϭ 7; Figure 2D , left panel). In nected neurons showed that inhibitory connections from MB cells to pyramidal cells in layer 2/3 of the mouse CB knockout mice, synaptic connections between MB cells and pyramidal cells exhibited on average paired neocortex exhibited PPF of inhibitory postsynaptic potentials (IPSPs) evoked by a 10 Hz train of two APs. The pulse depression (PPR ϭ 0.93 Ϯ 0.14, n ϭ 16; Figure  1D ). The PPR was significantly different from that in average paired pulse ratio (PPR) measured as the ratio of IPSP2/IPSP1 was 1.37 Ϯ 0.54 (n ϭ 46; Figure 1C ).
wild-type mice (p ϭ 0.001). Additionally, in prolonged whole-cell experiments, no significant changes in the Expression of either PV or CB makes accumulation of free Ca 2ϩ unlikely to be the mechanism of facilitation, PPR were observed (from 0.9 Ϯ 0.17 to 0.99 Ϯ 0.25; n ϭ 9, p Ͼ 0.05; Figure Figures 2C and 2D, right panel) . In all experiments where CB was added to the intracellular washout should affect release probability and PPF. In- Figure 3B (n ϭ 5 for each concentration). Since saturaTo substantiate our hypothesis, we extended the study tion of the fast exogenous Ca 2ϩ buffer BAPTA restores to yet another strongly facilitating connection, the facilitation in predialyzed terminals, it is likely that satumossy fiber-CA3 pyramidal cell synapse, which can be ration of the fast endogenous Ca 2ϩ buffer CB is responsireliably studied by extracellular stimulation. We chose ble for facilitation under native conditions. This is supthis hippocampal synapse because it combines robust ported by the reduction of the PPR in MB cell to pyramidal PPF ( Figure 3D) . the course of the recordings. Figure 5A ( Figure 2A) . n ϭ 5). In CB knockout mice, PPF at mossy fibers deTherefore, we included in these experiments 0. ] o was decreased from 2 to 1 mM, PPF at MB cell to pyramidal cell synapses was circles; n ϭ 4). The PPR was decreased at higher and (Figure 3C Figure 3C ). These results suggest that the slow Ca 2ϩ buffer must be present at much higher concentration than the fast one in order to overcome facilitation due to Ca 2ϩ buffer saturation, which is not the case in facilitating MB cell terminals. However, the expression of two Ca 2ϩ buffers with different binding kinetics in the same presynaptic terminal might "equip" the cell with a potent mechanism for dynamic control of synaptic gain. Depending on the expression level of the slow 
